Myoi nos i to1 ( I NO) may p o t e n t i a t e hormone-i nduced lung maturat i o n & increase surfactant i n lung damage (~e d Re. 17, 378~,-83; L i f e Sci 31, 175,. Serum IN0 i s high i n RDS a t b i r t h . IN0 decreases a f t e r b i r t h , i n p a r t because the d i e t may contain only l i t t l e INO. I n the present randomized double-blind t r i a l i n v o l vi n g 22 RDS cases (BW <2000g), we studied the e f f e c t o f IN0 on serum IN0 and on lung phospholipids. E i t h e r IN0 o r glucose (GLU) (dose: 1 ml i s o t o n i c sugar/kg q 6 h) was given o r a l l y f o r 7 days, beginning day two. The amount of IN0 was s i m i l a r t o IN0 present i n 200 ml/kg of preterm breast m i l k . There was no d i f f e r e n c e s i n B W (1273t57g), GA (29.3'0.4 wks) , o r s e v e r i t y o f RDS during the f i r s t 48 h, as compared between the IN0 and the GLU groups. Serum IN0 ( p~) increased i n IN0 group, and was d i f f e r e n t from GLU group: .1 There were no differences i n d i s a t u r a t e d lecithin/sphingomyelin (L/S) from tracheal a s p i r a t e s on day one (INO: 1.9t0.4; c o n t r o l : 1.9k0.4). IN0 supplementation tended t o increase L/S (days 5-8: INO: 9.0t1.7; GLU: 5.4t1 .l, p <0.05). IN0 group (GLu) had f o l l o wi n g complications: bronchopulmonary dysplasia 0/11(3/11); patent ductus a r t e r i o s u s (indomethacin o r surgery) 2 ( 6 ) ; n e c r o t i z i n g ent e r o c o l i t i s 0 ( 1 ) ; i n t r a v e n t r i c u l a r hemorrhage ( >grade I ) 2 ( 2 ) . Present r e s u l t s j u s t i f y f u r t h e r evaluation o f the hypothesis that IN0 i s important n u t r i e n t f o r immature preterm i n f a n t s . There i s no d e f i n i t i v e way t o d i s t i n g u i s h a t r u e a t o p i c I g E mediated s i g n o r symptom due t o a food from an i n t o l e r a n c e rea c t i o n due t o i r r i t a t i o n , enzyme deficiency o r o t h e r idiosync r a t i c cause. The presence o f IgE s p e c i f i c antibody against a food as demonstrated by an immediate weal and f l a r e s k i n t e s t r e a c t i o n o r a p o s i t i v e RAST i s presumptive evidence of a cause and e f f e c t r e l a t i o n s h i p . The younger the p a t i e n t t h e more l i k e l y a p o s i t i v e RAST o r s k i n t e s t i s t o be s i g n i f i c a n t l y causa l l y r e l a t e d t o the i l l n e s s . Never-the-less, i n almost 100 i n f a n t s a t four months o f age f i v e were observed t o have b o t h a p o s i t i v e s k i n t e s t and a p o s i t i v e RAST t o a food, w i t h o n l y two having any detectable a l l e r g i c i l l n e s s . This observation i n a prospective study o f the value of a prophylaxis regimen i n the p r e v e n t i o n o r a m e l i o r a t i o n o f a t o p i c a l l e r g i c d i s e a s e i n infancy, underlines the problem o f t h e ascertainment of a l l e r g y .
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Under o r d i n a r y circumstances an i n d i v i d u a l w i t h complaints, signs and symptoms o f a l l e r g i c disease consults the physician t o h e l p f i n d the cause o f the i l l n e s s . I n our double b l i n d prospective study o f the value o f a prophylaxis regimen i n t h e i n f a n t s from h i g h l y a t o p i c f a m i l i e s , evidence o f s e n s i t i z a t i o n t o food u s u a l l y precedes the c l i n i c a l appearance o f signs and symptoms of i l l n e s s . Thus the concordance of disease w i t h p o s i t i v e t e s t s i s much lower than i s the case i n c l i n i c a l p r a c t i s e . The e f f e c t s o f severe hypoxia on d i l a t o r prostaglandin (PG) synthesis were studied i n a neonatal r a t model. Immediately a f t e r b i r t h successively d e l i v e r e d r a t pups were p a i r e d and randomly assigned t o e i t h e r a hypoxic (3% 0 ) environment o r mom a i r . The pups i n t h e hypoxic environment weqe v i s i b l y cyanotic by t h e end o f t h e 1 hour study period. A t t h i s time the p a i r s were s a c r if i c e d concurrently and blood was c o l l e c t e d f o r PG radioimmunoassay. Samples were pooled within,,a l i t t e r such t h a t each l i t t e r would y i e l d one pooled sample o f hypoxic" blood and one pooled sample o f "normoxic" blood. Samples from 7 l i t t e r s were assayed f o r PGE and 6-keto PGF . Both PG's decreased under severe hypoxia: 6ean PGE2 levelsl#ere decreased by about 80%, w h i l e mean 6-keto PGF. l e v e l s were decreased bv o n l v 34%. Thus severe hypoxia i n the r a t pup decreases both PGE and 6-keto PGF , however, the degree o f suppression i s d i f f e r g n t (p<0.05)!~1n t h i s model, therefore, under c o n d i t i o n s o f severe hypoxia 6-keto PGFl , becomes t h e predominant c i r c u l a t i n g d i l a t o r prostaglandin.
EFFECTS OF SEVERE

THROMBOXANE 8 LEVELS I N NEONATES WITH PERSISTENT
1377 FETAL CIRCULA?ION. Cath Hammerman, Elene Strates, S t u a r t Berger and Wp a n . by K.S. Lee), U n i v e r s i t y o f Chicago Medical Center, Department o f P e d i a t r i c s , Chicago, IL.
Plasma l e v e l s o f Thromboxane 82 (TxB2) were determined by radioimmunoassay i n seven i n f a n t s w i t h p e r s i s t e n t f e t a l c i r c u l at i o n (PFC) o f various e t i o l o g i e s . The l e v e l s were found t o be q u i t e elevated as compared w i t h those o f seven neonates w i t h o t h e r c a r d i o r e s p i r a t o r y problems, b u t w i t h o u t PFC: A l l o f t h e i n f a n t s w i t h PFC, except one, had Tx82 l e v e l s 2300pgI ml, w h i l e a l l o f t h e c o n t r o l s had l e v e l s o f <300pg/ml. These d i f f e r e n c e s are s i g n i f i c a n t (p <0.05).
Of the PFC i n f a n t s , two had B s t r e p sepsis, f o u r had meconium a s p i r a t i o n pneumonia and two were prematures w i t h HMD. W i t h i n t h e PFC group, however, t h e type o f primary lung disease d i d n o t seem t o make a d i f f e r e n c e i n TxB2 l e v e l s . Two o f t h e i n f a n t s were thrombocytopenic; although, t h i s i n i t s e l f was n o t associated w i t h h i g h e r TxB levels. Both i n f a n t s w i t h TxB2 l e v e l s >2,000 pglml sugsequently expired.
TxB2 i s a potent v a s o c o n s t r i c t o r which i s noted t o be elevated i n some i n f a n t s w i t h PFC, w i t h and w ~l t h o u~h paroxysmal a t r i a l tachycardia i s a recognized cause o f nonimmune hydrops f e t a l i s , t h e mechanism by which i t produces edema i s unknown. W e operated on 5 f e t a l lambs a t 122-135 days g e s t a t i o n t o study t h e r e l a t i o n s h i p between a t r i a l tachycardia and hydrops. W e attached pacer wires t o t h e l e f t o r r i g h t a t r i a , i n s e r t e d catheters i n t o t h e i n f e r i o r vena cava and a o r t a , and placed a reference c a t h e t e r i n t o t h e amniotic sac. A f t e r 3 days o f recovery, we measured a r t e r i a l blood gas tensions, hematocri t , plasma p r o t e i n concentration, and a o r t i c and venous pressures d u r i n g a c o n t r o l period and w h i l e pacing a t 300-320 beatslmin. Summary o f r e s u l t s : (X+sx: d i f f e r e n c e s i g n i f i c a n t , p<0.05) A r t e r i a l Blood Gases Pressures Hematocrit 29+5 5123 6+1* 38t2 32t5 2.9+0.3* During a t r i a l pacing venous pressure doubled and plasma p r o t e i n concentration decreased. A l l 5 fetuses had p e r i p h e r a l edema, enlarged 1 i v e r s and a s c i t e s (85t23 ml , p r o t e i n concentrat i o n 2.1t0.6 g f d l ) .
Since t h e a s c i t i c f l u i d p r o t e i n concentrat i o n was l e s s than t h a t o f plasma and since a r t e r i a l pH d i d not change we conclude t h a t t h e edema was t h e r e s u l t o f increased venous pressure r a t h e r than an asphyxia-induced increase i n c a p i l l a r y permeability t o protein.
